The case histories of our two patients are as follows.
CASE 1
This man, aged 66 years, was admitted to hospital in August 1969 . Two weeks previously he had developed herpes zoster on the left side of the trunka typical erythematous and vesicular eruption, strictly limited by the midline, front, and back, in the D 7, 8, and 9 dermatome areas. One week before admission he began to notice weakness of his hands and legs with distal numbness of the extremities. This progressed so rapidly that in four days he was confined to bed.
Neurological examination two days after admission showed signs of a severe symmetrical polyneuritis. There was bilateral facial weakness but no other cranial nerves were involved. The arms were diffusely affected though no muscles were totally paralysed. The legs were paralysed except for slight movement of the quadriceps muscles. All tendon reflexes and the plantar responses were absent. Skin sensation was lost below the wrists and knees and joint sense was impaired in the toes. Calf tenderness was not increased.
One hour after this examination he was found dead in bed. The (Fig. 2) Single nerve fibres were 'teased' from the left 7th cervical, 7th and 9th thoracic, and 2nd lumbar, and from the right 1st lumbar anterior and posterior nerve roots. They showed typical features of acute and healing segmental de-and re-myelination, including restricted paranodal damage (Fig. 3) . No Wallerian-type destruction was seen affecting both axis cylinders and their Schwann cell-myelin sheaths.
CASE 2
A man, aged 53 years, developed a zoster eruption over the right cheek and inside the mouth in the distribution of the maxillary division of the triresponses were absent. Skin sensation was impaired in the arms below mid-forearm level, and in the legs below mid-thigh; joint sense was lost in the toes, ankles, and knees but not in the fingers. Muscle tenderness was greatly increased. Cranial nerves were not affected except for weakness of the sternomastoid and pharyngeal muscles.
Examination of lumbar CSF showed no cells, and a protein content of 35 mg/100 ml.
Treatment with corticotrophin (ACTH) 60 units daily was started and a nasal gastric tube used for feeding.
No further extension of the polyneuritis occurred from the day of admissioni; improvement in power in both arms and legs was noted on the third day of treatment, and the gastric tube was no longer required thereafter. The upper limbs recovered faster than the legs. After 10 days the arms were normal except for minimal weakness of finger extension and hand muscles and by this time he could stand with some support. Sensation had improved in the arms but not in the legs. The dose of ACTH was reduced to 40 units alt. die. After a further week sensation in the right median nerve, and 44 m/sec in the right ulnar nerve. A sural nerve biopsy on the 12th day (teased preparation) showed some fibres with segmental demyelination and evidence of remyelination. A The history and clinical features of both our patients were typical of herpes zoster causing firstly a cutaneous eruption-' shingles' for example, in case 1-and then a severe polyneuropathy. The morbid anatomical findings of infarction of one posterior root ganglion in case 1, so severe as to merit the term 'spinal ganglion apoplexy ' (Marburg, 1902) , and the lesser degree of damage to a few nearby ganglia on the same side are identical with previous accounts of the histological lesions of this disease (Head and Campbell, 1900; DennyBrown, Adams, and Fitzgerald, 1944) . Despite the lack of serological confirmation, we consider, therefore, that this patient's neurological illness was due to herpes zoster virus.
The polyneuropathy which case 1 developed terminally was almost certainly due to generalized demyelination of peripheral nerves, as suggested by the extensive and selective Schwann cell-myelin sheath lesions found in single nerve fibres isolated from the most proximal parts of spinal nerves and anterior and posterior nerve roots. In the absence of specimens of distal nerve trunks, a centripetal 'dying back' process involving combined axis cylinder and Schwann cell sheath degeneration (Cavanagh, 1964) (Gold, 1966; Schubert, 1968; Armstrong, Gurwith, Waddell, and Merigan, 1970) . A striking histological feature of posterior root ganglia affected by typical herpes zoster is the devastating, apparently ischaemic, infarction (Head and Campbell, 1900; Denny-Brown et al, 1944; Dbring, 1955) .
Histologically, this lesion resembles those caused by an Arthus-type reaction in which circulating antibodies and complement damage tissue which contains a high local concentration of antigen (Coombs, 1968 -type 1 reaction). This hypothesis is supported by the findings of fibrinoid necrosis of blood vessels in the most severely affected spinal ganglion in the present case, and by the pattern of infarction which suggests obstruction of the arterial supply to affected ganglia (Bergmann and Alexander, 1941) . It is further supported by the lack of fibrinoid from the lesions of disseminated 
Recovery in I month herpes zoster found in patients with impaired immunity (Dayan, Morgan, Hope-Stone, and Boucher, 1964) . Herpes zoster polyneuropathy develops after a variable latent period and, in the present cases at least, is due to demyelination of the peripheral nerves, a mechanism sometimes proposed in the more typical radiculopathy (Norris, Dramov, and Johnson, 1968) . Both these observations strongly suggest that it is due to 'allergic' damage directed against an antigen in Schwann cells or peripheral nerve myelin, a mechanism similar to that proposed for other forms of demyelinating peripheral neuropathies-for example, acute post-infectious polyneuritis (Melnick, 1964; Knowles, Saunders, Currie, Walton, and Field, 1969; Currie and Knowles, 1971) . The apparently dramatic response of case 2 to ACTH also lends support to this hypothesis. In fact no previously reported case seems to have recovered so quickly. Knox, Levy, and Simpson (1961) were the first to suggest an allergic disturbance as the cause of herpetic polyneuritis. Their three cases developed polyneuritis at rather, long intervals after shingles (four, six, and seven weeks) and showed no definite response to prednisolone. They felt that steroid therapy should be started as early as possible if it is to be effective, and our case 2 exemplifies the point.
Previous surveys of viruses in the aetiology of the 'Guillain-Barre syndrome' have not considered the herpes zoster-varicella virus (Melnick and Flewett, 1964 ; summarized by Asbury, Arnason, and Adams, 1969) 
